A 22-year-old woman had a minor head injury during a hot summer. Two weeks later she began to vomit. After a night .of vomiting she was admitted to hospital late the next evening. She was known to have systemic lupus erythematosus (SLE), treated with 5 mg prednisolone and 100 mg azathioprine daily. On arrival she said that she felt better except for general aching. She had stopped vomiting, and asked that her parents should not be told about her admission because she did not want them disturbed. She had been treated for the previous 3 years at a distant referral centre.
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On examination she had a rash on one cheek, normal temperature, and blood pressure 140/110 mmHg. She did not look ill and there were no other abnormal signs. She was treated with intravenous fluids and with hydrocortisone in case she had not absorbed her oral dose of prednisolone. The blood total white cell count was raised at 14.3 X 10 91 L.
Mild gastroenteritis was suspected.
Early next morning she vomited again, and complained of headache. Blood pressure was 100/60mmHg. She received 10 mg metoclopramide intramuscularly. Within 15 min she began to roll her eyes and twist her tongue and make incomprehensible noises. On recovery she asked for analgesia and received 75 mg diclofenac sodium intramuscularly. Four hours later she was rolling around the bed with dilated but responsive pupils, was incontinent, and made repetitive movements with her mouth. The absence of stiff neck was noted, as was her normal temperature. Abnormal movements became more pronounced and she stopped responding to questions. After a further hour she was making violent writhing movements with all four limbs. Chorea as a complication of SLE was considered; but, suspecting a very severe dystonic reaction to metoclopramide I prescribed 10 mg procyclidine, intramuscularly rather than intravenously in view of the movements. The dose was repeated after 20 min. The movements continued. I gave a further dose intravenously and she was transferred to intensive care for sedation and ventilation if necessary. The movements ceased, and for 15 min respiration and circulation were adequate. Then respiration suddenly stopped. She was ventilated promptly.
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Following ventilation there were no signs of brainstem or cortical activity. Computed tomographic scanning of brain showed a 'tight' brain stem, and a large increase in urine output suggested hypothalamic damage. She received desmopressin acetate, dexamethasone, and mannitol without improvement and ventilation was stopped after 28 h. Meanwhile one blood culture grew Streptococcus pneumoniae.
Coroner's postmortem examination showed purulent meningitis with coning of the brainstem. Swabs grew S.
pneumoniae. There was no sign of head injury. Death was attributed to acute purulent meningitis and systemic lupus erythematosus.
THE CASE NOTES
Subsequent review of her medical files told us that at age 19 she had had loin pain and haematuria with night sweats, a rash, and joint pains. Renal failure was present with hyperkalaemia, and renal biopsy showed lupus nephritis with crescent formation. Antinuclear antibody (ANA) was present to a high titre though double-stranded DNA antibodies was not detected. Serum complement was low.
Her SLE was treated with pulses of methylprednisolone and cyclophosphamide followed by oral prednisolone and azathioprine. Renal function improved and serum creatinine and urea became normal with creatinine clearance 82 mL/min after eight months. However, serum IgG, IgA, and IgM were all low. For a year she had infusions of Sandoglobulin with temporary increase of IgG levels. Joint pains continued. After 18 months herpes zoster developed (a previous episode 4 years before had been treated with acyclovir). Renal function remained satisfactory. After 2 years of treatment her ANA titre was 11400 and complement C3 and C4 levels were normal. Then 30 months after diagnosis symptoms worsened, the ANA titre rose, and steroid treatment was increased. Hypogammaglobulinaemia was again noted and treated with Sandoglobulin. Her blood lymphocyte count varied from 0.6 to 0.8 X 109/L with diminished CD4+ cells and no detectable B cells. She improved and treatment was gradually reduced to 5 mg prednisolone and 100 mg azathioprine daily plus ibuprofen and ranitidine. Two· months before her final admission she felt well apart from pain in the right elbow, but serum IgG was 1.1 giL, IgA<0.28g/L, and IgM0.44 giL.
